Subendocardial hydatid . cysts may rupture into the right or left chamber of the heart to produce
pulmonary or systemic embolisation.' Few cases have been reported,2 and I believe that this case is the first to be reported in the United Kingdom in which a primary hydatid cyst in the interventricular septum caused multiple emboli in the pulmonary and systemic arterial circulation. The electrocardiographic changes may have been due to embolisation of the coronary vessels, but direct damage to the conducting pathway within the interventricular septum is more likely.
In endemic areas hydatid disease should be considered as a possible cause of emboli, especially as subsequent signs of anaphylaxis may be misinterpreted and treated incorrectly. 
Patients, methods, and results
The methods used to identify babies with cryptorchidism in the John Radcliffe Hospital cryptorchidism study have been described elsewhere.2 Briefly, all boys born to mothers resident in a defined area were examined shortly after birth by a research nurse. All babies with cryptorchidism at birth were re-examined at 3 months and those whose testes had descended by that time were described as having late descended testes. The mothers of all babies with one or both testes undescended at birth and a sample of the mothers of babies with normally descended testes were included in a case-control study of the aetiology of cryptorchidism. A sample of these mothers were asked to complete a questionnaire on eczema and nappy rash severe enough to require treatment. In this study we included only cases of eczema or nappy rash occurring during the first 12 weeks of life (or, in babies weighing less than 2500 g, up to 12 weeks after the expected date of delivery).
A total of 323 questionnaires were returned by the mothers: 45 babies had one or both testes still undescended at 3 months, 91 had late descended testes, and 187 had normally descended testes at birth. The overall response rate was 97%, with little difference in response between the three categories. The table shows that the proportions of babies with eczema were similar in all three groups; the figures for nappy rash were also similar in the three groups but the overall proportions were higher. About one third of the babies in each group had eczema or nappy rash, or both, and overall 43% (47/109) of them were treated with corticosteroid creams. There was little difference in these figures between the three groups, and the same types of creams were used for both eczema and nappy rash. When the babies were grouped by birth weight (<2500 g or -2500 g) we found that a higher proportion of the heavier babies at birth had a history of eczema or nappy rash (92/256; 36%) than of the smaller babies (17/67; 25%).
Comment
There is no evidence in these data that the use of topical steroids affects descent of the testes in babies of normal birth weight. We have too few data to determine whether the use of topical steroids is related to late descent of the testes in low birthweight babies. Spontaneous descent of the testes after 3 months (corrected for length of gestation) is rare, so only use of topical steroids within that time would have any effect on late descent of the testes'; therefore we restricted our analyses to nappy rash or eczema occurring within the first 12 weeks of life.
Morley and Lucas used data from examinations at 18 months of age and did not include nappy rash, for which topical steroids are more commonly used than for eczema.' We examined our babies at birth and at 12 weeks and we do not know the exact time at which the late descended testes were fully descended. Of the 47 babies who were given topical steroids, however, 26 began using them during the first month, 10 in the second month, and 11 in the third month. Although our results are reassuring in terms of late descent of testes in babies weighing 2500 g or more, 14% of babies Number (percentage) of babies with undescended, late descended, or normally descended testes treated with corticosteroid creams for eczema or nappy rash, or both, during thefirst 12 weeks oflife Not all the clinical diagnoses of appendicitis had been confirmed by histological examination so we used the histological report to classify the patients as having a histologically normal appendix (28), acute appendicitis (52), or gangrenous appendicitis (16).
The table gives the geometric means of the counts of neutrophils, lymphocytes, and eosinophils and their 95% confidence intervals. A striking increase in the neutrophil count occurred in patients with acute and gangrenous appendicitis; in the patients with gangrenous appendicitis this was accompanied by a fall in the lymphocyte count. The significance of these changes was assessed by analysis of variance of the logarithms of the actual values, which had a skewed distribution. Differences between consecutive groups of patients in the table-for example, patients with acute and gangrenous appendicitis-were assessed by the extended Tukey test. Thus the neutrophil count was higher in the patients with clinical appendicitis than in those with hernias and varicose veins; and even higher in those with acute appendicitis; there was no further increase in the patients with gangrenous appendicitis. In contrast, the lymphocyte count was lower in the patients with gangrenous than in those with acute appendicitis (p<0025) or clinical appendicitis (p<001) but was not significantly different in the patients with clinical appendicitis and those with acute appendicitis confirmed by histological examination. Eosinophil counts fell with increasing severity of appendicitis. Counts of basophils, monocytes, platelets, and large cells unclassified by the analyser were also examined, but no significant changes were found.
In addition to the established rise in the neutrophil count we found a significant fall in the lymphocyte count in patients with gangrenous appendicitis (p<001) compared with control patients and patients with clinical appendicitis not confirmed by histological examination. Blood samples were taken before any treatment so the changes cannot be attributed to drugs, the operation, or the anaesthetic. An increase in the total white cell count and a high percentage of neutrophils in acute appendicitis have often been reported, but even recent reports have not commented on an absolute fall in lymphocyte count.' 2 Although similar falls in T cell counts have been reported in patients who have been burnt,3 animal experiments suggest that changes in lymphocyte subpopulations may be the result of infection rather than trauma.4
The mechanism of lymphopenia in gangrenous appendicitis may be a direct toxic action on the lymphocytes or it may be indirect-for example, through the depleting effect of glucocorticoids. An indirect mechanism is suggested by the simultaneous fall in the eosinophil count. Alternatively, the lipopolysaccharide endotoxins of bacteria in the gut have been shown to provide a prolonged and powerful stimulus for recruiting lymphocytes from the circulation in rats.5 Thus lymphopenia in gangrenous appendicitis may at least partly be due to sequestration of lymphocytes in the phlegmon. Extended Tukey test of differences between consecutive groups of patients (for example, between those with varicose veins and hernias and those with clinical appendicitis): *p<0.05, **p<001, ***p<0-025.
